CarcSeq Measurement of Rat Mammary Cancer Driver Mutations
and Relation to Spontaneous Mammary Neoplasia
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Figure 4. Homologous, mammary-specific CarcSeq analyses of human
and rat show correlations between MAD and a cancer risk factor, age for
human and strain for female rat mammary neoplasms.

target (Hras, Pik3ca and Tp53 amplicons), median absolute deviation
correlated with percentages of rats that develop spontaneous mammary
neoplasia at 104 weeks (Pearson r = 1.0000, onetailed P = 0.0010).
Therefore, this study produced evidence CarcSeq analysis of spontaneously
occurring CDMs can be used to derive an early metric of clonal expansion
relatable to long-term neoplastic outcome.
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